Restraint stress was found to have a profound effect on the acute phase of Theiler's virus infection. Increased mortality rates were observed in restrained CBA mice infected with the BeAn strain of Theiler's virus. In addition, restrained mice developed higher CNS viral titers than infected/nonrestrained mice. Thymic atrophy was observed in both infected and uninfected restrained mice. Decreased microgliosis, perivascular cuffing, and astrocytosis were observed in restrained mice compared to nonrestrained infected mice at 7 days postinfection. Restraint-stressed mice also developed decreased numbers of lymphocytes and increased numbers of neutrophils in the blood. The mechanism proposed for these alterations involves stress-induced corticosterone, which causes immunosuppression, decreased trafficking of inflammatory cells in the CNS, and, consequently, increased viral replication.
INTRODUCTION
Physical and psychosocial stressors have been shown to compromise immune function (Ader, Felten, & Cohen, 1991; Kiecolt-Glaser & Glaser, 1995) . An individual's response to a stressor is manifested in physiological, hormonal, behavioral, and immunological changes. These stress-induced responses are initiated by the hypothalamus and translated into action by the hypothalamic-pituitary-adrenal (HPA) axis and the autonomic nervous system. Products from these two systems (e.g., corticoid hormones and catecholamines) are able to modulate the activity of various immune effector cells directly (Ader et al., 1991) .
Stress may have a bidirectional effect on the immune system depending on whether it is acute or chronic. Acute stressors augment the immune response and result in redistribution of immune cells from the blood into the bone marrow, lymph nodes, and skin (Dhabhar & McEwen, 1996) . Redeployment of cells into these compartments will allow for heightened responsiveness in the event of a skin wound, a natural consequence of an encounter with a predator. Acute stress has also been shown to enhance antigen-specific cell-mediated immunity (Dhabhar & McEwen, 1996) , alter populations of T-cell subsets (Teshima, Sogawa, Kihara, Magata, Ago, & Nakagawa, 1987) , and modulate mononuclear cell trafficking (Hermann, Beck, & Sheridan, 1995) .
In contrast to acute stress, chronic stressful experiences are thought to suppress the ability of the immune system to respond to challenge and thus increase susceptibility to infectious disease and neoplasia. Early studies revealed the effects of stress
